bp, respectively (Figure 1B) (Fig-[3 
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( Figure 1A ). The expression pattern of MyD88 S mRNA was analyzed by PCR on a Balb/c mouse multiple tissue University of Lausanne BIL Biomedical Research Centre cDNA panel ( Figure 1C ). MyD88 L mRNA was present in all adult mouse tissues examined, though at different Chemin des Boveresses 155 CH-1066 Epalinges expression levels. In contrast, MyD88 S could be detected only in the spleen and weakly in the brain, suggestSwitzerland ing that its expression is tightly regulated. Targeted disruption of the MyD88 gene unambiguously showed the importance of MyD88 in IL-1 signaling.
Summary
All IL-1 responses (including T cell proliferation and induction of cytokines and acute phase proteins) were abro-
MyD88 is an adaptor protein that is involved in interleukin-1 receptor (IL-1R)-and Toll-like receptor (TLR)-gated in MyD88 Ϫ/Ϫ cells, and no NF-B activity was observed [8]. Activation of NF-B by IL-1 begins with induced activation of NF-B [1-3]. It is composed of a C-terminal Toll/IL-1R homology (TIR) domain and the formation of a signaling complex composed of the IL-1R, IL-1R accessory protein (IL-1RAcP), MyD88, and an N-terminal death domain (DD), which mediate the interaction of MyD88 with the IL-1R/TLR and the IL-1R-
IRAK 
Results and Discussion
In line with these results, MyD88 S overexpression almost completely inhibited IL-1-induced NF-B activation ( In conclusion, the tissue-specific and inducible ex- 
